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Asthma and Hay Fever 


Progressive Bronchospastic Disease: Primary Obstructive Emphysema. Brad- 
ford, J.: Amer. Pract. 3: 349, 1952. 


Progressive bronchospastic disease is a syndrome that has been mistaken 
for other chronic pulmonary diseases, particularly the intrinsie type of bron- 
chial asthma. It occurs principally in males over 50 years of age and is char- 
acterized in its early phase by severe cough and dyspnea confined to a period 
of 30 to 60 minutes after arising in the morning. No abnormal physical signs 
are present and the vital capacity is normal or even increased. Maximal 
breathing capacity and residual air are, however, usually reduced. As the 
disease progresses, impairment of ventilation with resulting dyspnea becomes 
pronounced. Orthopnea is not present and there is usually still no reduction 
in the vital capacity. Arterial oxygen and carbon dioxide content are normal 
at rest and also after exercise. Rales are not present and physical signs dur- 
ing this stage are similar to those encountered when the lungs are overdis- 
tended from any cause. With further progression of the disease, evidence of 
impaired gas exchange and hypoxia appear. Cyanosis occurs after exercise 
and later even while the patient is at rest. The vital capacity is now markedly 
diminished and the arterial oxygen saturation is often reduced to 90 per cent 
or below with elevation of the carbon dioxide content. Cardiac decompensa- 
tion usually takes place late in the disease and death occurs when failure be- 
comes irreversible. Death, however, may result from pulmonary insufficiency 
without decompensation. Treatment is largely symptomatie and ineludes 
the use of bronchial dilators, iodides, and oxygen. Early recognition of the 
disease and the institution of proper therapy ean often prevent or help retard 
the progression of the condition. F. 
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Candida Asthma. Keeney, E. L.: Ann. Int. Med. 34: 223, 1951. 


A 37-year-old man with a history of asthma for the past 16 months was 
studied. The patient had had a chronie cough with expectoration of clear 
mucus for 6 months prior to the onset of asthma. For 3 months before and 
3 months after the onset of the cough he had been treated for a sore mouth 
by his dentist. The past, personal, and family histories were negative for 
atopic illnesses. On physical examination, small white plaques were noted 
over the portion of his gums covered by the upper denture. Musical rales 
were heard throughout his lung fields. X-ray of his chest revealed peribron- 
chial infiltration. Blood and urine examinations were normal except for a 16 
per cent blood eosinophilia. Direct microscopic examination of a plaque 
taken from the mouth showed it to be composed entirely of hyphae and yeast 
cells. Sputum examination revealed many hyphae and yeast cells which were 
gram positive. Cultures of the sputum and scrapings from the mouth re- 
vealed Candida albicans colonies. Staphylococcus aureus and alpha hemolytie 
streptococcus were also found in the sputum. Intracutaneous tests with nu- 
merous inhalant and food antigens yielded negative results. Delayed reac- 
tions of the tuberculin type were obtained with Staphylococcus aureus and 
Staph. albus vaccines. Skin tests performed with one protein and two ear- 
bohydrate fractions isolated from a concentrated Candida albicans broth fil- 
trate resulted in large immediate wheal reactions and marked delayed reac- 
tions after 48 hours. The immediate positive reactions to the fractions of 
Candida albicans were passively transferred to 2 recipients. When 25 normal 
individuals were tested with the fractions, all showed negative immediate 
reactions and 3 showed slight delayed reactions. Precipitin tests, using each 
of the three fractions as antigens, were positive in a 1:16 dilution of the pa- 
tient’s serum. The patient was treated with sodium eaprylate aerosol and im- 
proved in 2 weeks. After 4 weeks, he was free of asthma and the mouth le- 
sions had disappeared. Therapy was discontinued after 8 weeks and the 
patient has remained well for over a year. B.S. 


Dermatology 


Intravenous Use of Procaine Hydrochloride in Control of Pruritus. Beinhauer, 
L. G., Thomas, G. J., and Perrin, S. R.: Arch. Dermat. & Syph. 65: 39, 
1952. 


Procaine hydrochloride was administered intravenously to 181 patients 
suffering from various dermatoses including neurodermatitis, acute infectious 
eczematoid dermatitis, urticaria, angioneurotic edema, exfoliative dermatitis, 
contact dermatitis, seborrheic dermatitis, pruritus ani and vulvae. Complete 
relief was obtained by 32 per cent of patients, temporary relief was afforded in 
67 per cent, and in 30 per cent no relief was obtained. Preliminary intra- 
cutaneous tests with procaine were performed on each patient. The 3 patients 
in the series who manifested positive skin reactions to procaine hydrochloride 
were not given this treatment. When properly controlled, the intravenous 
use of procaine hydrochloride may be considered a safe procedure. The 
authors recommend its use when other forms of therapy fail. C. 


The Topical Anesthetic Activity of an Isoquinoline Compound. Fellows, E. J., 
and Macko, E.: J. Pharmacol. & Exper. Therap. 103: 306, 1951. 


The local anesthetic potency and acute toxicity of 1-(beta-dimethylamino- 
ethoxy)-3-butyl isoquinoline monohydrochloride (Quotane) were compared 
with those of cocaine, procaine, and dibucaine (Nupercaine). Varied concen- 
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trations of the drugs were used and the duration of anesthesia was measured. 
It required about 1,000 times more cocaine than Quotane to produce anesthesia 
of the rabbit conjunctiva lasting more than 20 minutes. Dibueaine similarly 
tested appeared to be about 4» as potent as Quotane and procaine was barely 
effective. Intracutaneous anesthetic activity in guinea pigs indicated Quotane 
was more than 10 times as potent as procaine and slightly more effective than 
Nupereaine. The acute intraperitoneal toxicity in rats expressed as the LDso 
for cocaine was 75 to 100 mg. kg., for dibueaine was 30 mg. kg. and for Quotane 
was 45 to 50 mg. kg. On intravenous injection in rabbits, the LD;. was 5.0 mg. 
kg. for Quotane as compared with 2.0 to 2.5 for dibueaine. Over a 30-day 
period when Quotane was administered orally in 50 mg. doses daily to rats and 
intravenously in 5.0 mg. doses to guinea pigs, no chronic toxie effects were noted 
grossly or microscopically. K. 


Zirconium Treatment in Ivy Poisoning: Preliminary Investigation. Cronk, 
G. A., and Naumann, D. E.: J. Lab. & Clin. Med. 37: 909, 1951. 


~The efficacy of zirconium treatment was investigated in 2 patients with 
experimentally induced R. toxicodendron dermatitis and in 47 patients who 
had spontaneously developed Rhus dermatitis. Both individuals with the in- 
duced lesions and 85 per cent of the other patients experienced relief of pruritus 
and regression of the dermatitis. Zirconium salts exert their effect by com- 
bining with the hydroxyl groups of urushiol and rendering it inactive. Studies 
have shown that zirconium hydrate does not produce local or constitutional toxic 
effects. KE. W. 


Treatment of Severe Rhus Dermatitis With Corticotropin or Cortisone. Falk, 
M. S., Allende, M. F., and Bennett, J. H.: J. Invest. Dermat. 18: 307, 1952. 


Nine patients with severe rhus dermatitis requiring hospitalization were 
treated with either cortisone in doses ranging from 100 to 200 mg. per day or 
with ACTH in amounts varying from 60 to 100 mg. per day. Pruritus was re- 
lieved within 12 to 36 hours. The dosages were reduced rapidly just as soon as 
improvement occurred. Most of the cases were ready for discharge by the 
end of the third hospital day and were able to resume work at this time. A 
group of 10 cases with rhus dermatitis of equal severity treated by routine 
measures, required approximately 6 and one-half days of hospitalization and 
experienced 11 days of disability. The authors conclude that either ACTH or 
cortisone is the treatment of choice in acute Rhus dermatitis when there are 
no contraindications in the patient to the use of these drugs. R. W. 


On an Immediate Urticarial Reaction to Trichophytin. J adassohn, W., and 
Suter, M.: Acta Allergologica 4: 150, 1951. 


An immediate urticarial reaction to trichophytin, with a positive passive 
transfer reaction was observed in a patient, who also showed a very marked 
tuberculin-type reaction to trichophytin. The immediate reaction was initiated 
by dried trichophytin prepared from cultures of Achorion quinckeanum using 
a synthetic medium. This trichophytin preparation acted as a potent anaphy- 
lactogen in guinea pigs and also produced delayed tuberculin-type reactions. 
The “undenatured fungus antigen” produced only a delayed reaction. The 
authors suggest that the dry trichophytin material probably contained 2 


different antigens. H. 
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Behavior of Allergic Skin Reactions After ACTH Therapy. Haxthausen, H.: 
Acta Allergologica 4: 305, 1951. 


Six patients with positive urticarial reactions to specific antigens were 
tested intracutaneously with antigen in decreasing concentrations. These 
tests resulted in a series of positive reactions of gradually decreasing in- 
tensity, making possible the determination of a definite concentration limit 
for a positive reaction in each subject. These patients were then treated 
with ACTH (10 mg. three times daily) for 5 days. All showed an eosinopenia 
and an increased excretion of 17-ketosteroids. Cutaneous testing, repeated as 
above on a symmetrical skin area, indicated that the border va‘ue for a posi- 
tive reaction had not been affected by ACTH. 

Two patients with a contact sensitivity to mercury and 2 other patients 
sensitive to chromium were also studied. By means of electrophoresis, using 
a definite concentration of antigen, a definite voltage, and a fixed time factor, 
an eezematous skin reaction of suitable intensity was produced and read after 
24 and 48 hours. These patients were then treated with ACTH for 4 days 
and the ‘‘electrophoresis patch test’’ was repeated. No change in the reac- 
tion was observed. 

Nine guinea pigs were sensitized with dinitrochlorbenzene and reacted 
to approximately the same strength. Three were treated with subcutaneous 
injections of 2 mg. ACTH daily, 3 with 4 mg. daily, and 3 were untreated. 
Reactions in the treated animals did not differ from those in the control ani- 
mals. Three of 6 guinea pigs sensitized by application of 5 per cent DNB 
were treated with 5 mg. of ACTH daily during the period of sensitization. An 
epicutaneous test was made after 12 days. The treated and untreated ani- 
mals reacted similarly. 

The author concludes that ACTH in usual therapeutic doses had no dis- 
tinet influence on the intensity of allergic cutaneous reactions. H. 


Elicitation of Delayed Allergic Skin Reactions With Haptens: The Depend- 
ence of Elicitation on Hapten Combination With Protein. Eisen, H. N., 
Orris, L., and Belman, 8.: J. Exper. Med. 95: 473, 1952. 


Several guinea pigs and 4 human subjects were sensitized by exposure to 
2, 4-dinitrofluorobenzene. Eight other compounds containing the 2, 4-dinitro- 
phenyl group and differing from each other only by the substituent attached 
to the l-carbon atom were studied. These haptens were tested as elicitors of 
contact-type reaction in 0.01 M solution or in more concentrated form where 
necessary. Four of the hapten compounds failed to elicit responses whereas 
4 other compounds were active. It was found that all of those compounds 
which elicited reactions were chemically reactive with bovine gamma globulin, 
whereas the nonelicitors failed to react with protein. That the in vitro pro- 
tein reaction also occurs in vivo was proved by producing widespread reac- 
tion lesions on guinea pig skin. Subsequently, the animals were sacrificed 
and an amino acid was found linked to the hapten (N*-D-lysine). Again, only 
the clinically active haptens reacted with skin protein by this test. The hap- 
ten containing the -SO, radical showed poor skin reactivity on human beings 
until Tween-80 was added. This was interpreted as being due to poor epider- 
mal penetration which was overcome by the detergent. It was noted that at 
least one of the nonreactors was capable of reacting reversibly with serum 
albumin. It is apparently important that the affinity of hapten for protein be 
irreversible (covalent type bonds). To explain the reactivity of nonprotein 
combiners such as penicillin, the authors suggest the possibility that a protein 
affinitive degradation compound may be evolved in vivo. K. 
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ACTH and Cortisone in Diseases of the Skin. Lever, W. F.: New England 
J. Med. 245: 359, 1951. 


The effects of ACTH and cortisone in more than 70 patients with eutane- 
ous diseases were studied. Good results were obtained with ACTH in cases 
of severe urticaria with fever due to parenterally administered penicillin and 
in extensive dermatitis following injections of gold sodium thiosulfate. Two 
patients with erythema multiforme obtained marked improvement from 
ACTH therapy. One patient with anaphylactoid purpura (Schdnlein-Henoch) 
responded well except that the nephritis which was already present remained 
unaffected. One patient with extensive contact dermatitis associated with an 
eruption due to application of penicillin ointment showed improvement after 
2 days of ACTH therapy. In another patient with poison ivy dermatitis, no 


_further spread of the lesions occurred after treatment was started and the 


edema diminished, but involution of the bullae was not hastened. In an adult 
patient with atopic eczema, treatment resulted in a remarkable improvement 
on 2 oceasions, but the disease flared up severely within a few days after dis- 
continuance of therapy. In a l-year-old child with generalized atopic erythro- 
derma, the response to treatment was excellent, but, when therapy was dis- 
continued, the disease recurred, pneumonia and bilateral otitis media devel- 
oped, and the patient died. I. GLAZER. 


Purpura as a Manifestation of Penicillin Sensitivity. Criep, L. H., and Cohen, 
S. G.: Ann. Int. Med. 34: 1219, 1951. 


Three cases of penicillin sensitivity in which purpura was associated with 
the delayed serum sickness type of reaction are presented. The purpura was 
of the nonthrombocytopenic type and there were no disturbances of the elot- 
ting mechanism of the blood. One of the patients was an atopic individual. 
In each case, a positive 48-hour delayed reaction was obtained on intracu- 
taneous testing with penicillin. Each had a positive Rumpel-Leede tourniquet 
test which returned to normal when the purpura subsided. These findings in- 
dieite that the purpura was vascular rather than hematopoietic in origin. 
These findings also reflect a severe degree of capillary permeability produced 
as a result of the allergic reaction. B.S. 


Genital Dermatitis Caused by Penicillin: It’s Response to Nicotinic Acid. 
Morris, G. E.: New England J. Med. 244: 758, 1951. 


Twenty cases of genital and rectal pellagrous dermatitis following the 
systemic administration of penicillin were observed. All responded dramati- 
eally to 100 mg. of nicotinic acid administered 3 times daily by mouth and 
cold saline compresses applied locally. It is suggested that ‘penicillin inter- 
feres with the utilization of the amino acid tryptophane or prevents its con- 
version into niacin, or both. The author advises the use of nicotinic acid 
therapy for any scrotal or rectal itching or redness resulting from the ad- 
ministration of penicillin. 1. GLAZER. 


The Cutaneous Toxicity and Therapeutic Effectiveness of Penicillin O. Marsh, 
R. R., and Tollotson, I. G.: New England J. Med. 245: 17, 1951. 


Among 52 patients treated with penicillin O, 4 developed cutaneous reac- 
tions. Two of the reactions occurred among 4 patients who had never received 
penicillin in any form. Two reactions occurred in patients who had experi- 
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enced untoward reactions from penicillin G. Three patients, who had pre- 
viously had skin eruptions from penicillin G, could tolerate penicillin 0, 
Among 24 patients who showed no sensitivity to penicillin G, there were no 
reactions to penicillin O. I. GLAZER, 


Effects of ACTH and Cortisone on Certain Diseases and Physiologic Functions 
of the Skin: I. Effects of ACTH. Sulzberger, M. B., Sauer, G. C., Herr- 
mann, F., Baer, R. L., and Milberg, I. L.: J. Invest. Dermat. 16: 323, 1951, 


The authors observed the effects of ACTH and cortisone on many types 
of skin diseases. The findings herein presented apply to those cases of an 
allergic nature which these investigators studied. 

Three patients with atopic dermatitis who were receiving 60 to 100 mg. 
of ACTH per day in divided doses improved considerably, but relapsed soon 
after the drug was discontinued. Two patients receiving somewhat smaller 
amounts failed to respond while on the hormone. ACTH tended to increase 
both the dermal temperature and the sweating of normal skin. The drug did 
not consistently influence or reduce the patch test responses to ‘‘eezemato- 
genic” allergens or the wheal responses to skin tests with “urticariagenic” 
allergens. Primary dermal irritation, produced either by direct contact with 
0.1 per cent anthralin ointment or by the intracutaneous injection of hista- 
mine, was not affected by ACTH. R. W. 


Eczema of the Hands. Cormia, I*. E.: Canad. M. A. J. 66: 451, 1952. 


One hundred fifty cases of eczema of the hands observed in private 
practice were classified by the author as follows: (1) contact dermatitis 
due to (a) hypersensitivity, 27, and (b) chemical irritation, 33; (2) derma- 
tophytid, 31; (3) food allergy, 14; (4) atopic eczema, 12; (5) vesicular neu- 
rodermatitis, 11; (6) nummular eczema, 6; (7) autoeczematization, 5; (8) 
ichthyosis, 5; (9) dermatitis medicamentosa, 3. The patients were divided 
approximately equally between sexes except for the contact group which was 
made up predominantly of males. Irritation from soap was found to be the 
most common complicating factor, while psychosomatic influences were the 
next most frequent aggravating factor. Secondary infection was found to be 
an important consideration only in cases of nummular eczema. The author 
stresses the need for using cotton and rubber gloves to avoid contacts and the 
necessity of employing soap substitutes. He advises the use of bland therapy 
at all times and the avoidance of both x-ray and tar ointments early in the 
course of treatment. R. W. 


Atopic Dermatitis in Infants and Children. Rowe, A. H., Jr., and Rowe, A. H.: 
J. Pediat. 39: 80, 1951. 


Among 100 consecutive cases of atopic dermatitis, there was an equal dis- 
tribution between males and females. In 90 per cent of the cases, the derma- 
titis began before the age of 2 years. A family history of allergy was ob- 
tained in 65 per cent of the cases. Many of the patients had other manifesta- 
tions of allergy; allergic rhinitis was present in 44 per cent of the cases; bron- 
chial asthma in 26 per cent, and gastrointestinal allergy in 11 per cent. 

Seratch or puncture skin tests were performed with ingestants and in- 
halants in all patients. Intracutaneous skin testing was reserved for those 
patients who were suspected of being sensitive to inhalants, especially when 
environmental control alone was not effective. Elimination diets were tried 
in almost all cases. Food allergy was found to be the etiologie factor in 44 
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per cent of the cases and was associated with inhalant allergy in 41 per cent. 
Inhalant allergy alone was the causative factor in 15 per cent of the cases. 
Treatment included careful elimination of offending foods, environmental con- 
trol, inhalant desensitization, and vaccine therapy for secondary infection. 
Good results were obtained in 84 per cent of the cases. The author stresses 
the importance of inhalant factors, including pollen, in the causation of atopic 
dermatitis. J.S. 


Tissue Culture Studies on Human Skin. II. Comparative Effects of Certain 
Specific Contact Allergens on Sensitized and Nonsensitized Human Skin. 
Everett, E. T., Livingood, C. S., Pomerat, C. M., and Hu, F.: J. Invest. 
Dermat, 18: 193, 1952. 


? 


Human skin explants were prepared from patients known to be sensitive 
to Rhus oleoresin to 2:4-dinitrochlorobenzene, or to old tubereulin. A large 
number of 2 mm. square samples were prepared from these subjects and an 
equal number of control samples were taken from nonsensitive individuals. 
‘‘The explants were imbedded in clots containing varying concentrations of 
thé substances until the smallest quantity required to effect total inhibition of 
outgrowth was determined. This quantity was designated as the minimal 
inhibitory dose or MID. Similar titrations indicated the smallest quantity re- 
quired to produce the first evidence of injury as compared to an untreated 
eontrol. This amount was labelled the least injurious dose or LID.’’ After 
the sensitized and control tissue explants were exposed to each allergen, it 
was found that, although the LID or MID was different for each antigen, the 
amount of specific antigen required was the same for explants from sensitized 
or normal control skin. Thus 40 to 50 mg./ml. of old tuberculin was the MID 
for both sensitized and normal control explants and only 10 to 12.5 mg./ml. 
of old tuberculin was the LID for normal and sensitized skin explants. The 
authors conclude that specific contact allergen in the culture medium caused 
no greater inhibition of the outgrowth of epithelial cells in the explants from 
sensitive patients than occurred in the explants from nonsensitive indi- 
viduals. R. W. 


Otorhinology and Ophthalmology 


Modern Trends in Otolaryngology With Special Emphasis on Allergy. Ash- 
ley, R. E.: Ann. Otol., Rhin. & Laryng. 60: 525, 1951. 


Six patients with asthma, chronic allergic rhinitis and nasal polyps were 
treated with ACTH and cortisone with excellent results. The pale, edematous 
nasal mucosa became pink in color. Polyps disappeared or grew smaller. 
Turbinates were reduced in size. Nasal eosinophilia decreased. Postnasal 
secretions diminished. These changes are attributed to ‘‘hormonal stimula- 
tion of the sympathetic nervous system to a point at which it gains dominance 
over the already overstimulated parasympathetic system, thus re-establishing 
the normal autonomic balance.”’ C. 


Pyribenzamine in the Treatment of Nonspecific Upper Respiratory Infections. 
Cronk, G. A., and Marty, F. N.: New York State J. Med. 52: 579, 1952. 


Four hundred sixty-three patients with nonspecific upper respiratory 
infections were treated with 200 mg. of Pyribenzamine daily or with a placebo. 
Only those cases which showed objective evidence of infection were included 
in the study. Sixty-six per cent of the Pyribenzamine-treated group had sub- 
jective improvement within 48 hours. Forty per cent of the control group 
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responded similarly. This difference was considered statistically significant. 
Those cases having their onset or primary location of infection in the nose 
showed a slightly larger per cent of symptomatic response than did pharyn- 
geal or bronchial cases. The data suggests that a significant proportion of 
‘‘eolds’’ are allergic reactions which respond favorably to antihistaminic 
drugs. B.S. 


Role of Allergy in Otology. Jordan, R. E.: Arch. Ophth. 55: 363, 1952. 


A study of the incidence of allergy in otologie practice is presented. In 
27 per cent of 727 patients, the otologie condition was caused by or compli- 
cated by allergy. Seventeen per cent of 47 cases of chronic otitis externa and 
87 per cent of 111 cases of chronic secretory otitis media were found to be 
allergic in origin. The author believes that Meniere’s syndrome is due to an 
allergic reaction of the inner ear. Ten of 17 cases of chronic mastoiditis 
which failed to clear up following radical masteidectomy were found to be 
allergic. In all except 3 of these cases the cavity became dry after allergic 
treatment. C. 


Some Aspects of Allergic Maxillary Sinusitis With Special Consideration of 
Latent Allergy. Strémme, O0.: Ann. Otol., Rhin. & Laryng. 60: 336, 1951. 


A new cyto-histologic method for determining the existence of eosino- 
philia in antral secretions is described. The fluid obtained from antral irriga- 
tion is homogenized, centrifuged and the sediment treated histologically. See- 
tions are stained with May-Griinwald-Giemsa stain or with Chromotrope 2R. 
A 5 micron section shows the cells evenly distributed in a single layer as in a 
routine tissue preparation and permits recording the percentage of eosino- 
philes. Seven per cent or more is regarded as being of diagnostic significance 
in allergy. Eighteen per cent of 78 unselected patients with acute or sub- 
acute maxillary sinusitis had marked eosinophilia in their antral washings. 
Subsequent allergic investigation in 8 of these patients revealed evidence of 
allergy in all except one. C. 


Allergy of the External Ear. Hansel, F. K.: Tr. Am. Acad. Ophth. March- 
April, 1952; p. 197. 


Allergy of the external ear usually oceurs in the form of dermatitis usu- 
ally of the contact or atopic type. The auricle is more commonly involved 
than the canal. Contact dermatitis is more common than eczema and the 
offender can usually be determined by the history and by patch tests with the 
suspected substance. Involvement of the auricle may be associated with nail 
polish dermatitis and also frequently follows contact with nickel-containing 
spectacles in plastic frames. The auditory canal is frequently involved in 
sensitization to medicaments applied topically or taken orally. The treat- 
ment of these conditions is discussed. C. 


Miscellaneous Allergies 


Dry Rot as a Cause of Allergic Complaints. Frankland, A. W., and Hay, 
M. J.: Acta Allergologica 4: 186, 1951. 


The most common fungus occurring in damp houses is Merulius lacry- 
mans, the cause of dry rot. This fungus spores during the months of August, 
September, and October. Preliminary studies suggest that there is a sea-_ 
sonal exacerbation of asthma during the sporing months, although the spores 
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are present in house dust at all times of the year. Old houses are especially 
affected, but the fungus is also found in new ones in which unseasoned or 
untreated wood has been used. 

Of 75 patients tested by the prick method with dry rot extract, 12 showed 
positive reactions. Eight positive reactions were found in 25 patients tested 
by the intracutaneous technique. Positive clinical reactors were present in 
both groups. Positive passive transfer reactions were obtained in 2 patients 
with clinical histories suggestive of fungus allergy. H. 


Thiamine Intolerance. Jaros, S. H., Wnuck, A. L., and deBeer, E. J.: Ann. 
Allergy 10: 291, 1952. 


Reactions to thiamine present many signs and symptoms suggestive of 
allergy or anaphylaxis. However, there is experimental and clinical evidence 
which indicates that these reactions are actually due to chemical toxicity 
rather than to hypersensitivity. Pharmacologically, thiamine possesses a 
‘‘curare-like’’ action upon the autonomic ganglia, especially the parasympa- 
theties. In many respects it resembles and is closely associated with acetyl- 
choline. Since acetylcholine is known to play a role in the pathogenesis of 
the ‘‘hypersensitive state,”’ it is likely that thiamine overdosage produces a 
reaction principally through the formation of excessive amounts of acetyl- 
choline and possibly some histamine. The toxie effects of thiamine are un- 
affected by the antihistaminics but are reversed by epinephrine. The inci- 
dence of reactions to thiamine is no greater among allergic than among non- 
allergie individuals. This vitamin, which is so widely present in the body and 
which is used so extensively, is very likely not a sensitizer at all, but produces 
toxie reactions when given in overdosage. F. 


Anaphylaxis 


Similarities in the Mechanisms Determining the Arthus and Shwartzman Phe- 
nomena, Stetson, C. A., Jr.: J. Exper. Med. 94: 347, 1951. 


Rabbits were sensitized with repeated intracutaneous injections of oval- 
bumin until a well-defined Arthus reaction resulted. The degree of aerobic 
glycolysis was determined in skin from sacrificed sensitized animals, removed 
at various intervals after the intracutaneous injection of antigen. Normal 
skin from the same animal served as a control. A progressive increase in 
aerobie glycolysis which began one hour after the injeetion of antigen and 
continued to the third hour was noted. Determinations beyond this time were 
not made due to the presence of hemorrhage and necrosis. When skin was 
excised from sensitized animals and incubated in vitro with ovalbumin, no 
inerease in aerobie glycolysis occurred. Shortly after the intracutaneous in- 
jection of antigen a marked leukopenia was noted in the peripheral blood, 
particularly affecting the granulocytes. This effect was maximal in 15 min- 
utes and normal blood counts were obtained at the end of one hour. Normal 
rabbits failed to show a leukopenia following similar injections. Ovalbumin 
when added to blood from sensitized rabbits in vitro is known to produce 
clumping of leukocytes and platelets. Next, rabbits sensitized to ovalbumin 
were prepared for the Shwartzman phenomenon by the intracutaneous injec- 
tion of meningococeal toxin. Twenty-four hours later, ovalbumin was in- 
jected in a distant skin site. Both the Shwartzman site and the Arthus sites 
reacted within 24 hours with the production of similar hemorrhagic and ne- 
erotie lesions. The Shwartzman reaction was well developed at one hour, 
whereas the Arthus site required from 3 to 4 hours for corresponding develop- 
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ment. Histologic study of skin removed from the albumin-injected area one 
hour after the intracutaneous injection of ovalbumin in sensitized animals 
showed perivascular accumulations of polymorphonuclear leukocytes around 
capillaries and small veins. At 2 hours, this infiltration was increased and 
thrombi composed of leukocytes and platelets were noted in capillaries and 
small veins. At 4 hours virtually all the capillaries and small veins of the 
area were thrombosed and larger veins were also involved. Gross hemor- 
rhage and necrosis were evident and microscopic necrosis of vessel walls was 
observed. There was a close resemblance between these changes and those 
occurring during the Shwartzman phenomenon. The Shwartzman phenome- 
non ean be inhibited by nitrogen mustard because of the removal of polymor- 
phonuclear leukocytes from the circulation. This experiment was repeated 
on ovalbumin-sensitized rabbits, a single dose of nitrogen mustard being 
given. After 4 days when severe leukopenia had developed, the intracutane- 
ous injection of ovalbumin resulted in no reaction for 24 hours, nodular le- 
sions during the second and third days, and extensive hemorrhage and ne- 
crosis leading to the deaths of the animals within 4 days. In control rabbits 
not treated with nitrogen mustard, the typical Arthus reaction reached maxi- 
mal proportions in 5 hours and subsided over the next 2 days. 

It is econeluded that the mechanism of the Arthus phenomenon is similar 
to that of the Shwartzman phenomenon; namely, the production of an abnor- 
mal metabolic process involving increased aerobic glycolysis in the injected 
area, perivascular accumulations of polymorphonuclear leukocytes, and the 
clumping of platelets and leukocytes in the blood vessels resulting in local 
thrombosis and hemorrhage. K. 


Protease Activation in Immune Reactions. Geiger, W. B.: J. Immunol. 68: 
11, 1952. 


It has been suggested that activation of protease enzymes following the 
injection of antigen into a sensitized animal may be one of the intermediate 
biochemical events leading to anaphylaxis. On the basis of this theory, rab- 
bits were sensitized intravenously with various antigens. About 10 days fol- 
lowing the last sensitizing injection the animals were bled and plasma ob- 
tained for protease assay. Assays were done on plasma samples treated with 
the specific antigen and also on samples not treated with antigen. A definite 
increase in protease activity was observed in the plasma to which antigen 
had been added. Frequently, the activity of antigen-treated samples was 
twice that of samples not treated with antigen. Not all antigens produced the 
same response. Those most active in producing this effect were Fractions II 
and V of bovine plasma, Fraction II of poreine plasma, fava-bean vicillin, 
and sheep cells. Crystallized egg albumin failed to increase protease activity, 
although sera from these animals contained precipitin. Control experiments 
showed that the addition to plasma of saline, buffers, or solutions of proteins 
to which the rabbits had not been sensitized failed to produce activation. 
Similarly, the addition of protein antigens to plasma of unsensitized rabbits 
usually failed to cause activation or inhibition. Antigens were shown to be 
free of protease activity. The author calls attention to the fact that the ex- 
tent of activation with the specific antigen is usually less than that obtained 
with streptococeal fibrinolysin and that destruction of the protease inhibitor 
was necessary before protease activation could be clearly demonstrated. For 
these reasons, the author concludes that the anaphylactic reaction in rabbits 
probably cannot be attributed solely to activation of plasma protease by 
antigen. R. W. 
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Arteritis, Carditis, Glomerulonephritis and Bilateral Renal Cortical Necrosis 
Induced in Rabbits. By Injection of Horse Serum or Bovine Gamma 
Globulin Combined with Killed Group <A Streptococei or Freund’s 
Adjuvant. More, R. H., and Kobernick, S. D.: Areh. Path. 51: 361, 
1951. 


Groups of rabbits were injected as follows: (a) horse serum combined 
with killed and dried group A beta hemolytic streptococci intravenously ; 
(b) bovine gamma globulin combined with killed and dried group A beta 
hemolytic streptococci intravenously; (c) horse serum and Freund’s adju- 
vant intramuscularly; (d) bovine gamma globulin and Freund’s adjuvant 
intramuscularly; (e) killed and dried group A beta hemolytic streptococei 
and Freund’s adjuvant intramuscularly. Freund’s adjuvant, when com- 
bined with an antigen, is known to increase hypersensitivity. The animals 
were sacrificed at given intervals and the tissues were studied. The lesions 
found in groups (a), (b), (¢), and (d) were quite similar. All showed ne- 
crotizing arteritis, glomerulonephritis, cardiae valvulitis, and myocarditis. 
No lesions occurred in group (e). Thus, all animals injected with serum 
proteins showed similar lesions, regardless of whether they received strepto- 
cocci or not. A few animals injected with serum protein and streptococci 
showed bilateral renal cortical necrosis not seen in the animals which did not 
receive streptococci. The arterial lesions resembled those seen in human peri- 
arteritis nodosa. The glomerulonephritis was similar to that seen in the acute 
and subacute stages of the disease in human beings. The bilateral renal corti- 
cal necrosis also resembled that seen in human patients. The valvulitis and 
myocarditis found in these animals did not resemble the lesions found in hu- 
man rheumatic fever closely enough to make a valid analogy. J.S. 


Localization of the Nephrotoxic Antigen Within the Isolated Renal Glomeru- 
lus. Krakower, C. A., and Greenspon, 8S. A.: Arch. Path. 51: 629, 1951. 


It has previously been shown that the kidney contains a specifie antigen 
which resides within the cortex to the renal glomerulus and that the anti- 
serum of this antigen is nephrotoxic. In the present experiment, the various 
parts of isolated dog glomeruli were separated by sonie vibration utilizing 
low and then high voltage. By injecting the component parts of the glomer- 
ulus into different rabbits, specific antidog rabbit sera were obtained. Utiliz- 
ing these sera, it was found that the parietal epithelial cells of the glomeru- 
lus were not antigenic. The basement membrane and the visceral epithelial 
and endothelial cells were actively antigenic. The basement membrane was 
found to be twenty times more active antigenically than the other two. J.S. 


In Vitro Effects of Cortisone on Mesodermal Tissue. Baldridge, G. D., Klig- 
man, A. M., Lipnik, M. J., and Pillsbury, D. M.: Arch. Path. 51: 593, 
1951. 


Cortisone showed no in vitro eytotoxie activity against human pe- 
ripheral leukocytes, nor did it inhibit the proliferation of chick embryo 
fibroblasts in tissue cultures. The well-established in vivo eosinopenie and 
lymphopenie action of cortisone, as well as its ability to delay wound healing, 
cannot therefore be due to the drug itself, but must be explained on the basis 
of the interaction of cortisone and some other substance. J.S. 
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Possible Pathogenic Mechanisms Responsible for Human Periarteritis No- 
dosa. As Suggested by the Occurrence of Two Instances of This Dis- 
ease in Association with Glomerulonephritis. Kipke, G. F., and John- 
son, D.S8.: Arch. Path. 51: 387, 1951. 


Two cases of periarteritis nodosa which occurred in patients with glom- 
erulonephritis are presented. In one case, the arterial lesions were general- 
ized; in the other, they were confined to the lungs. Both patients had hyper- 
tension, systemic in the former case, systemic and pulmonary in the latter. 
Both patients had had sulfonamide therapy. 

The pathogenesis of the periarteritis nodosa is discussed. Three pos- 
sible mechanisms are postulated: (1) the arteritis was due to a pathogenic 
process that was the same as that responsible for the glomerulonephritis; 
(2) it was the result of the hypertension; (3) it was an allergic reaction 
to sulfonamides. 

The authors suggest that hypersensitivity, either alone or in conjunc- 
tion with some other unknown factor, was the most probable underlying 
mechanism. J.S. 


The Action of Dehydro-ascorbic Acid and Alloxan on Tuberculin Sensitivity 
in Guinea Pigs. Long, D. A., Miles, A. A., and Perry, W. L. M.: Laneet 
2: 902, 1951. 


It has been previously shown that ascorbic acid markedly lessens tu- 
berculin sensitivity in guinea pigs and that some factor in cabbage inhibits the 
desensitizing effect of natural cabbage ascorbie acid on the tuberculin reac- 
tion in guinea pigs. On the basis of these facts, guinea pigs were injected 
with B.C.G. and then maintained on a pelleted diet deficient in ascorbic acid, 
either with or without the supplementation of large amounts of cabbage. 
Tuberculin sensitivity was measured 20 days later. Ascorbie acid injected 
2 hours prior to tuberculin testing diminished tuberculin sensitivity in the 
animals on the pelleted diet but not those on the cabbage-supplemented diet. 
Dehydro-ascorbie acid injected 2 hours prior to tuberculin testing dimin- 
ished tuberculin reactions in animals on both types of diet. The injection 
of alloxan 2 hours before testing did not alter tuberculin reactions in guinea 
pigs on the pelleted diet but lessened the response obtained in the animals 
on the ecabbage-supplemented diet. A 4-week course of propylthiouracil in 
the pigs maintained on a pelleted diet did not change the desensitizing effect 
of either ascorbie acid or of dehydro-ascorbie acid, but animals on the sup- 
plemented diet failed to develop the expected desensitization after an injec- 
tion of alloxan. These results with alloxan are the same as those reported 
for ACTH and cortisone and seem to indicate that ACTH, cortisone, and 
alloxan are active only in the presence of thyroxine. Neither alloxan nor 
propylthiouracil had any effect on the desensitizing property of dehydro- 
ascorbie acid. It is suggested that dehydro-ascorbic acid, the first oxidation 
product of ascorbic acid, is a powerful antiallergic agent, but, since it is ¢ 
diabetogenic substance, further investigation is needed before it can possibly 
be used in the treatment of humans. The authors conelude that ascorbie acid 
is probably active only in its oxidized form and that presumably an -SH 
compound is the factor in eabbage which inhibits the oxidation of ascorbic 
acid. R. W. 


The Action of the Local Hormones on the Isolated Human Bronchus. Rosa, 
L. M., and McDowall, R. J.S.: Aeta Allergologica 4: 293, 1951. 


Using a new technique, the authors studied the action of various drugs on 
the isolated bronehi from a normal person and from an asthmatie patient. 
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A piece of small bronchus, dissected from the human lung immediately 
after lobectomy or pneumonectomy, was refrigerated in Krebs solution. 
Quaternary bronchi were found most suitable and were dissected as a spiral 
or as a chain of bronchial rings. The chain technique proved most satisfae- 
tory for studying human bronchi which are too short to be cut into a spiral 
of sufficient length. The preparation was mounted in a bath of Krebs solution 
maintained at 37.5° C. and aerated with a mixture of 5 per cent CO, plus 
95 per cent O.. The free end was attached to the short arm of a kymograph 
lever and the end of the bronchial strip was fixed at the bottom of the cham- 
ber. The bronchus remained active after 24 to 48 hours in refrigerated stor- 
age. 

Histamine and acetylcholine caused a marked and lasting contraction 
proportional to the concentration of the drug. Adrenalin induced a marked 
relaxation, but its action was temporary. Adrenalin also temporarily abol- 
ished the contraction produced by histamine and acetylcholine. The sensi- 
tivity of the bronchus preparation to adrenalin was extremely high, relaxation 
being produced by 1 x 10°. The addition of aseorbie acid solution to the 
bath-after adrenalin resulted in a more powerful and more prolonged relaxa- 
tion effect. Ephedrine, although much less active than adrenalin, showed a 
more lasting and more permanent action. Atropine in concentrations of 
1:1,000,000 and 1:100,000 failed to relax the human bronchus, but it antago- 
nized the acetylcholine action. The antihistamine drugs antagonized the 
histamine action. 

In another experiment, the bronchus strip was obtained from the lung 
of an asthmatic patient who underwent a pneumonectomy for a cancer which 
occluded the main bronchus. The patient was a miller with marked cutaneous 
reactions to flour dust. The addition of 1.0 ¢.c. of flour dust extract to the 
bath eontaining the bronchial chain preparation produced a marked and last- 
ing contraction. A histamine-like substance was isolated from the bath solu- 
tion. A second addition of antigen produced no reaction. The strip obtained 
from the atopic individual and strips from nonatopies gave similar reactions 
to the various drugs tested. H. 


The Effect of the Chronic Administration of Adrenal Medullary Hormones to 
Man on Adrenocortical Function and the Renal Excretion of Electrolytes. 
Dunean, L. E., Jr., Solomon, D. H., Nichols, M. P., and Rosenberg, E.: 
J. Clin. Investigation 30: 908, 1951. 


Four men were injected subeutaneously with 0.4 mg. of adrenaline in 
saline every 4 hours for 3 days, followed by 1.0 mg. of adrenaline in peanut 
oil intramuscularly every 4 hours for another 3 days. Detailed metabolic 
studies were carried out for a base-line period of 3 days prior to administra- 
tion of the above medication and for 4 to 6 days after cessation of therapy. 
The following effects of adrenaline therapy were observed: a decrease in 
concentration of circulating eosinophiles 4 hours after the first injection, no 
change in 17-ketosteroid excretion, a slight increase in urinary uri¢ acid 
excretion, an increase in plasma glucose (15 mg./100 ¢.¢e.) and urinary glu- 
eose (1.2 Gm./day). There was no consistent change in urinary excretion of 
sodium and chloride while adreanline in saline was administered, but follow- 
ing the administration of adrenaline in oil there was increased excretion of 
these elements. Oil alone did not cause this change. The urinary excretion 
of potassium was the reverse of that for sodium, there being decreased potas- 
sium excretion during the administration of adrenaline in oil. There were 
no consistent changes in the plasma levels for sodium, potassium, or chloride. 
‘‘Urinary ealeium excretion and concentration were increased during the en- 
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tire period of administration of adrenaline and fell to values below the con- 
trol levels after withdrawal of adrenaline.’’ Urinary exeretion of nitrogen 
and phosphorus was unaffected and changes in urinary volume were small. 
All subjects lost weight, but this was regained during the recovery period 
and was possibly due to changes in body water. Plasma protein increased 
slightly. Hematocrit, serum non-protein nitrogen phosphorus, bicarbonate 
and pH were not consistently affected, nor were the values for urinary creati- 
nine or pH. Pulse rate averaged a 3-beat per minute increase and blood pres- 
sure averaged a 2 mm. of mereury increase in systolic and a 2 mm. decrease 
in the diastolic pressure one hour previous to a dose of adrenaline. 

It was concluded that the doses used provided only a very weak stimulus 
to adrenal cortical activity, and affected renal excretion by some mechanism 
other than stimulating adrenal cortical hormone. The excretion of sodium 
and retention of potassium is of particular interest in this regard. K. 


Miscellaneous 


The Persistence in Mice of Certain Foreign Proteins and Azoprotein Tracer 
Antigens Derived from Them. McMaster, P. D., and Kruse, H.: J. 
Exper. Med. 94: 323, 1951. 


Bovine gamma globulin and human serum albumin were conjugated with 
a blue tracer dye and injected into mice. Blue particles were found to persist, 
especially in the reticuloendothelial system, for as long as 120 days. In order 
to determine whether the persistence of color meant persistence of active 
antigen, a technique using the delicate ear vascular response of mice during 
allergie reactions was devised. As little as 0.5 to 1.0 microgram of antigenic 
protein injected into the peritoneal cavity of a mouse can thus be detected 
by a subsequent intravenous injection of antiserum. The reactions which 
are described in minute detail include arterial contractions, spasm of the 
veins, slowing of blood flow, and hyperemia of the ears. Reversed passive 
anaphylaxis as well as direct anaphylaxis elicited these responses. Criteria 
for the differentiation of nonspecific vascular reactions are presented. Using 
this method to detect antigen, bovine gamma globulin was found to persist 
in the liver for 101 days and in the blood for 56 days. Both the azoprotein 
conjugate of human serum albumin and unconjugated human serum albumin 
were found to be present and antigenically active 36 to 44 days after injec- 
tion. As long as blue color remained grossly visible in the tissue, tests for 
antigen were positive. The persistence of different proteins varied, being 
consistently less for human serum albumin than for bovine gamma globulin. 
The persistence of colored material (azoprotein) resembled that of the parent 
protein. After the ear vascular response could no longer be elicited, blue 
particles could still be seen with the microscope in Kiipffer and endothelial 
cells. It is suggested that the prolonged persistence of antigen in the body, 
even after it can no longer be detected in the blood, gives an explanation for 
prolonged antibody formation. K. 


The Use of Adjuvants in Studies on Influenza Immunization. I. Measurements 
in Monkeys of the Dimensions of Antigenicity of Virus-Mineral Oil 
Emulsions. Salk, J. E., and Laurent, A. M.: J. Exper. Med. 95: 429, 
1952. 


Influenza virus in small quantities was prepared in an emulsion consist- 
ing of a mineral oil of low viscosity and a nonirritating emulsifier (mannide 
monooleate). This preparation was injected intramuscularly into Rhesus 
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monkeys. Histologic studies revealed good dispersal of this emulsion among 
muscular fibers accompanied by a monocytic-lymphocytie cellular reaction, 
but there was no tendency for the material to be walled off into a eyst. 
Studies were made up to one year after injections. Antibody production was 
measured by the hemagglutination inhibition technique, virus neutralization 
tests in ovo, and complement fixation tests. Much higher antibody levels 
were obtained with antigen in adjuvant than with antigen in saline and the 
persistence time was increased. The adjuvant hastened rather than slowed 
antibody production in the first week after injection. When the dose of virus 
was held constant and the volume of the inoculation was varied from 1.0 
ml. to 0.1 ml., there was no difference in antibody production. As the dose 
of virus was increased in tenfold dilutions, antibody response was increased. 
A thousandfold difference in quantity of antigen injected, however, influenced 
the mean antibody level only tenfold. Virus in adjuvant induced measurable 
antibody formation when diluted one hundred-thousandfold, whereas virus 
in saline when diluted more than tenfold resulted in little or no antibody 
formation. It was noted that the rates of formation were different for 
hemagglutination (in ovo). The adjuvant described above potentiates all 3 
types of antibody responses. It is suggested that ‘‘the antigen in oil is re- 
tained at the site of inoculation and antibody producing cells are brought 
to it by the chemotropie influence of the constituents of the emulsion.’’ K. 


Oral Administration of Cortisone in a Case of Erythema Nodosum. Ureles, A. 
L., and Kalmansohn, R. B.: New England J. Med. 245: 139, 1951. 


A 28-year-old man with allergic rhinitis and positive skin reactions to 
dust, ragweed, goldenrod, horse dander, and dog dander failed to respond 
to hyposensitization therapy. Antihistamines afforded relief but were dis- 
continued 6 months prior to the onset of erythema nodosum. For several 
months he had received urea and quinine injections for hemorrhoids. The 
family history was positive for allergy. The patient was admitted because 
of erythema nodosum of undetermined origin which involved the lower ex- 
tremities and which had been present for 4 weeks. There was an extensive 
hilar mediastinal lymphadenopathy. Repeated courses of acetylsalicylic 
acid, tripelennamine, and penicillin had no effect. Oral administration of 
100 mg. of cortisone twice daily was begun on the tenth hospital day. There 
was a dramatic response with relief of pain, rapid fading of skin lesions, and 
a fall in temperature within 12 hours after the initial dose. When the dose 
was gradually reduced to 25 mg. twice daily, there was a recrudescence which 
cleared promptly as the dose was increased. He was then maintained on 75 
mg. per day. After 3 weeks, the drug was discontinued and the patient has 
remained asymptomatie and afebrile for 2 months. : I. Glazer 


Benign Paroxysmal Peritonitis. Surgical and Histologic Findings. Brick, I. 
B., and Cajigas, M.: New England J. Med. 244: 786, 1951. 


The case of a 38-year-old man with benign paroxysmal peritonitis is re- 
ported. The attacks were characterized by abdominal pain, fever, and 
leukocytosis, but there was no increase in the total blood eosinophiles. <A 
laparotomy performed at the height of one attack revealed a moderate 
amount of cloudy peritoneal fluid and fibropurulent exudate over the dome of 
the liver and the parietal peritoneum. There was no evidence of a bacterial 
infection and no eosinophiles were found in the peritoneal exudate. A liver 
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biopsy showed extensive fatty metamorphosis. In the opinion of the authors, 
the condition is due to an acute localized peritonitis and is not allergie¢ in 
nature. I. Glazer 


The Cellular Transfer in Humans of Delayed Cutaneous Reactivity to Hemo- 
lytic Streptococci. Lawrence, H.S.: J. Immunol. 68: 159, 1952. 


Four hundred seventy-two patients without apparent streptococeal dis- 
ease or its complications were tested with intact streptococcal cells, M sub- 
stance, or with a combination of streptokinase and streptodornase. Ap- 
proximately 45 per cent of the patients manifested positive delayed cutaneous 
reactions to these test substances. Viable leukocytes were obtained from 
the heparinized blood of those subjects exhibiting the most active reactions 
to the streptococeal antigens by a modification of the author’s previously 
described technique. The washed viable leukocytes were injected intracu- 
taneously into the skin overlying the shoulders of the streptococcus-negative 
recipients. The test material was injected intracutaneously into the flexor 
surface of the opposite forearm 24 hours after the injection of the leukocytes. 
Readings of the reactions to the challenging streptococcal skin tests were 
made at 15 minutes and at 24, 48, 72, and 96 hours. Maximal responses were 
usually observed at 24 or 48 hours after the challenging skin tests. In 14 in- 
stances, generalized cutaneous reactivity of the delayed type was induced 
in streptococcus-negative recipients by the injection of viable leukocytes from 
streptococcus-positive donors. Of these, 6 subjects showed positive delayed 
reactions to SK-SD, 4 recipients reacted positively to intact streptococeal 
cells, 3 became positive to M substance, while 1 subject developed reactivity 
to all three streptococcal materials. The induced generalized cutaneous re- 
activity was shown to be a transient phenomenon which gradually decreased 
during a period of one or two months. The possibility that the streptococcal 
materials contained a common immunologically active contaminant. substance, 
by itself capable of inducing delayed cutaneous reactions, was ruled out. The 
author states that the leukocytic transfer of delayed cutaneous sensitivity to 
hemolytic streptococcal materials in human beings gave results very similar to 
those already demonstrated in human beings with the use of tuberculin as the 
challenging substance. R. W. 
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